We report a rare case of Campylobacter fetus meningitis and pyogenic spondylodiscitis in a healthy young woman. A 35-year-old woman without significant medical history presented with fever, headache, and low back pain. C. fetus was detected from the blood culture. Cerebrospinal fluid analysis showed bacterial meningitis 2 days after onset. Although initial magnetic resonance imaging (MRI) did not reveal abnormal findings, repeated MRI showed a lowsignal-intensity lesion on T1-weighted image (T1WI) and a high-signal-intensity lesion on T2WI between the L5 and S1 vertebral bodies 11 days after onset. The mode of infection was considered to be the consumption of raw chicken meat. After antibiotic treatment with 12 g/day ampicillin following 6 g/day meropenem, she was discharged 51 days after onset. As the inflammatory signs on MRI improved, oral antibiotic therapy was discontinued 85 days after onset. Although the initial MRI showed no abnormal findings, repeat MRI should be performed for patients who have persistent low back pain and fever.
Introduction
Campylobacter fetus is a zoonotic pathogen that causes systemic infections in elderly or immunosuppressed people [1, 2] . Generally, bacterial meningitis is caused by Streptococcus pneumonia or Neisseria meningitis, and bacterial pyogenic spondylodiscitis is caused by Streptococcus aureus [2] [3] [4] [5] [6] [7] [8] . Bacterial meningitis and pyogenic spondylodiscitis are rarely caused by C. fetus [2] [3] [4] [5] [6] [7] [8] . Here, we report a rare case of C. fetus meningitis and pyogenic spondylodiscitis in a healthy young female.
Case Report
A 35-year-old woman without a significant medical history presented with fever, headache, and low back pain. Blood culture was collected, and she was treated with non-steroidal anti-inflammatory drugs. As the symptoms persisted, another medical check was performed at another hospital 2 days after onset. She was admitted to the hospital because the increased neutrophil count suggested bacterial meningitis. Cerebrospinal fluid (CSF) analysis showed a cell count of 472/µL (50.0% mononuclear cells), with an increased protein level of 52 mg/dL, and a normal glucose level of 59 mg/dL (blood glucose: 121 mg/dL). Lumbar magnetic resonance imaging (MRI) revealed no abnormal findings ( Fig. 1a , b, arrows) 2 days after onset. At the beginning of her treatment, she received 4 g/day ceftriaxone and 2 g/day vancomycin. However, this was changed to 6 g/day meropenem, because C. fetus was detected from the blood culture. This treatment improved her fever and headache, but not right low back pain or right leg pain.
She was transferred to our hospital for continuation of antibiotic therapy and investigation into the cause of the persisting low back pain 11 days after onset. On admission, a physical examination revealed a fever of 37.1°C with a Glasgow Coma Scale score of 15 (E4V5M6). There was pain in the region from the right low back to the inside of the right thigh and tenderness in the low back. On neurological examination, her deep tendon reflexes were hypoactive in the right Achilles tendon without pathological reflexes. She had no stiff neck, but Kernig's signs were positive. At this point, further history taking revealed that she had consumed raw chicken 4 days before onset. Laboratory tests showed a white blood cell count of 7,300/µL and a C-reactive protein (CRP) level of 3.08 mg/dL. CSF analysis showed a cell count of 12/µL (97.2% mononuclear cells), with an increased protein level of 103 mg/dL and a normal glucose level of 41 mg/dL (blood glucose: 98 mg/dL). All CSF cultures, including those performed on her first admission, were negative. Lumbar MRI showed a low-signal-intensity lesion on T1-weighted image (T1WI) and a high-signal-intensity lesion on T2WI between the L5 and S1 vertebral bodies (Fig. 1c, d, arrows) . Brain MRI did not show any parenchymal abnormalities. We diagnosed bacteremia of C. fetus, sequencing bacterial meningitis, and pyogenic spondylodiscitis. We de-escalated 6 g/day meropenem to 12 g/day ampicillin 26 days after onset. Her fever, low back pain, white blood cell count, and CRP gradually improved and became stable. However, the inflammatory signs on MRI worsened 35 days after onset (Fig. 1f, arrow) ; thus, antibiotic therapy was continued (oral 1.5 g/day ampicillin). She was discharged 51 days after onset and treated as an outpatient. Finally, the inflammatory signs on MRI improved (Fig. 1g, h, arrows) , and antibiotic therapy was discontinued 85 days after onset. Lumber magnetic resonance imaging (MRI) on T1-weighted image (T1WI) and T2WI showing no abnormal findings 2 days after onset (a, b, arrows). Lumber MRI showing a low signal intensity on T1WI and a high-signal-intensity lesion on T2WI between the L5 and S1 vertebral bodies 11 days after onset (c, d, arrows). The inflammatory signs on MRI worsened 35 days after onset (e, f, arrows). The lesion disappeared 85 days after onset (g, h, arrows).
